Neuroimaging studies of mood disorders demonstrate abnormalities in brain regions implicated in reward processing. However, there is a paucity of research investigating how social rewards affect reward circuit activity in these disorders. Here, we evaluated the relationship of both diagnostic category and dimensional depression severity to reward system function in bipolar and unipolar depression. In total, 86 adults were included, including 24 patients with bipolar depression, 24 patients with unipolar depression, and 38 healthy comparison subjects. Participants completed a social reward task during 3T BOLD fMRI. On average, diagnostic groups did not differ in activation to social reward. However, greater depression severity significantly correlated with reduced bilateral ventral striatum activation to social reward in the bipolar depressed group, but not the unipolar depressed group. In addition, decreased left orbitofrontal cortical activation correlated with more severe symptoms in bipolar depression, but not unipolar depression. These differential dimensional effects resulted in a significant voxelwise group by depression severity interaction. Taken together, these results provide initial evidence that deficits in social reward processing are differentially related to depression severity in the two disorders.
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Introduction
A major depressive episode is the most common clinical phenotype in both major depressive disorder (MDD) and bipolar disorder (BD). In fact, symptoms of mania are present only 9% of the time while symptoms of depression are present 32% of the time during the course of bipolar I illness (Judd et al., 2002) . Furthermore, depressive symptoms overwhelmingly contribute to the high rates of morbidity and mortality in both disorders (Ferrari et al., 2013; Forte et al., 2015; Post, 2005) . Despite this phenotypic overlap, treatment response differs between bipolar and unipolar depression (Connolly and Thase, 2011; Ghaemi et al., 2004) . Thus, greater understanding of differences in the pathophysiology of depressive symptoms in these disorders is necessary (Phillips and Swartz, 2014) . Dimensional approaches are increasingly applied to identify both common and dissociable features of psychiatric disorders. However, relatively few studies have utilized these approaches to compare unipolar and bipolar depression (Almeida and Phillips, 2013; Whitton et al., 2015) .
Recent work examining the pathogenesis of mood disorders has consistently implicated the brain's reward system. Significant lines of evidence from both animal studies and human neuroimaging link reward processing to a network of regions centered on the ventral striatum (VS), as well as cortical regions such as orbitofrontal cortex (OFC), anterior cingulate cortex (ACC), posterior cingulate cortex (PCC) and ventromedial prefrontal cortex (vmPFC) (Kable and Glimcher, 2009; Knutson et al., 2001; Satterthwaite et al., 2007) . This core reward network was confirmed by a comprehensive meta-analysis (Bartra et al., 2013) .
Growing evidence from human neuroimaging similarly implicates reward system dysfunction in mood disorders. To date, studies investigating reward system abnormalities in mood disorders have predominantly utilized monetary reward paradigms. In bipolar disorder, studies in both manic and euthymic bipolar patients demonstrate reward hyper-responsivity in the VS and OFC compared to normal controls (Abler et al., 2008; Caseras et al., 2013; Nusslock et al., 2012) . In contrast, studies in unipolar depression report hypo-responsivity in the VS during reward-related tasks (Pizzagalli et al., 2005; Pizzagalli et al., 2008; Pizzagalli et 
